Administration of a moderately large or large dose of cortisone to dogs having acute myocardial infarctions inhibited slightly the rate of removal of necrotic muscle fibers in these animals as compared with untreated animals. Delay was appreciable at four and six days after production of the infarct in animals receiving 2.5 mg. of cortisone per kilogram of body weight and at 4, 6, 12 -METHODS It was dlecided that this study should involve 36 dogs. Thus, whenever an animal diedl, another animal was operated on and given the tyl)e of treat-
ITH the general availability of cortisone, the study of its influeniice on such fundamental body reactions as inflammation, connective tissue growth, and immunologic responses has been possible. That administration of cortisone does materially alter these reactions in many animals under certain conditions is now well known.
The lack of inlformation concerning the effect of cortisone on the healing of myocardial infarcts prompted the investigation of this problem in dogs. During the formulation of this problem, two reports on the results of investigations along these lines appeared in the literature.1' 2 The fact that strikingly different results were obtained by two groups of investigators (Johnson and associates; Chapman and associates) made the problem all the more inviting to pursue.
Johnson and associates1' 3 reported on the effects of cortisone on experimentally produced myocardial infarcts ill dogs. When they gave the animals 25 to 40 mg. of cortisone daily beginning at the time of ligation of the anterior descending corollary artery, they found that the resulting myocardial infarcts were strikingly smaller than were the infarcts in the fig. 2a and b) . The dose of cortisone apparently did not influence the degree of inhibition of resorption. There was no appreciable difference in the degree of polymorphonuclear infiltration or in the number of mitotic figures among fibroblasts in the cortisone-treated as compared with the control subjects.
Six-day-old Infarcts. Grossly, the narrow gelatinous zone, the zone of resorption immediately peripheral to the necrotic mass of muscle, did not appear to be as wide in the infarcts of dogs receiving 10 mg. of Sixty-day-old Infarcts. There were no essential differences grossly or microscopically between the infarcts of cortisone-treated and control animals. The infarcts in the two control animals were smaller in size than those in the animals receiving cortisone. All infarcts were healed and in all there was much dense collagen. Elastic tissue fibers were present in all scars of this age group.
COMMENT A study such as this could only be undertaken once it had been established that the healing processes in experimentally produced infarcts in dogs follow a consistent and predictable pattern with definite time relationships. The close similarity in the degree of healing observed between the two control animals of each age group and the two animals in each cortisone-treated age group established this fact and so permitted the more detailed comparisons between the cortisone-treated and the control groups.
That the healing processes in experimentally produced myocardial infarcts in dogs have a predictable relationship with age is further borne out by the fact that the pattern of healing of infarcts in the control series in this experiment correlates well with that reported in dogs by Karsner and Dwyer.7 Certain exceptions were observed. It was thought that most of these exceptions were attributable to the larger size of the infarcts in this study as compared to theirs. The microscopic findings in this series of infarcts compared quite well with those described by Mallory and associates8 in man except that healing proceeded at a considerably more rapid rate in the infarcts of the canine hearts composing this investigation.
Any attempt at standardization of the size of experimentally produced myocardial infarcts would be fraught with much disappointment. The vagaries of the arterial circulation to any area of the heart make the size of the infarct resulting from ligation of a given artery quite variable. It was believed that ligation of the anterior descending coronary artery and inclusion of more or less of the vessel or its branches as needed to produce an area of cyanosis .vhich included the anterior apical portion of the left ventricle would come closer to producing a standard-sized infarct than routine ligation at any given level. This method was here employed.
Cortisone had no appreciable influence on the degree or type of cellular infiltration at any stage of healing. It likewise had no effect on the vascularity of infarcts which could be detected microscopically. 
